a dilated left ventricle (septum 08 cm, posterior wall 1 1 cm, cavity diameter 5 9 cm). There was an aneurysmal anteroseptal healed myocardial infarction containing mural thrombus. Numerous areas of more than 85% stenosis by luminal area were present in all three main coronary arteries. Viewed from the right atrium the area immediately anterior to the coronary sinus and posterior to the insertion of the septal cusp of the tricuspid valve did not show endocardial thickening or scarring. Macroscopically there was no evidence that any form of His bundle ablation had been attempted. The atrial and ventricular conduction system was examined by a standard histological technique,6 sections -being cut at 150 /.Lm intervals and stained both with haematoxylin and with trichrome.
Histological examination failed to show any surviving atrioventricular nodal myocardial tissue. The outline of the node (Fig. 2a and 2b) could be identified by its landmarks, and the nodal artery and accompanying venous sinusoids. The fibrous stroma of the node was condensed rather than increased in amount, and the nodal artery was morphologically normal. The endocardium overlying the node was normal, and no inflammatory cells were present. More anteriorly, the penetrating atrioventricular bundle was present and contained the normal numbers of conduction fibres ( Fig. 3a and 3b) . The bifurcating atrioventricular conduction system was also normal.
Discussion
The mechanism of producing atrioventricular block by transvenous high energy shock is not known. Gonzalez et a14 have recently reported the histological effects of their earlier experiments in dogs. The studies were performed three months after the initial shock procedure which caused atrioventricular block in all nine dogs. They noted extensive damage to the approaches of the atrioventricular node with variable degrees of fibrosis and fatty infiltration. The atrioventricular node itself was notably fibrotic in eight of the nine dogs. The penetrating bundle of His was similarly affected in all dogs. The bifurcation and the bundle branches were variably damaged with the most extensive lesions being in four dogs who had received more than one shock. These dogs also had fibroelastosis of the adjacent atrial and ventricular myocardium. Least In the present case the morphological features were those of a selective loss of atrioventricular nodal conduction fibres not associated with any evidence of damage to the fibrous stroma, vascular system, or endocardium in the vicinity. As susceptible to damage in this way is not known. Such an effect of high energy shock may cause atrophy and disappearance of tissue with no signs of burning. It is possible, however, that the "drop out" of nodal cells may merely reflect a non-specific response to trauma. Whatever the mechanism of abolition of atrioventricular conduction it would seem that the technique may be used with minimal damage to the heart provided that-the number of shocks is small. As suggested by the canine studies reported by Gonzalez et al4 a single shock is preferable because this causes minimal damage.
